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Advances on transgenic and gene-edited pigs

LI Guoling, XU Zhigian, YANG Huagiang, WU Zhenfang
(College of Animal Science, South China Agricultural University, Guangzhou 510642, China)

Abstract: Pigs are important agricultural animals and highly similar to humans in terms of genetic background,

anatomy, physiological pathology, nutrient metabolism and disease characteristics. Pigs are intensively studied for

the improvement of production traits, establishment of animal models for human diseases and xenotransplantation.

With the emergence of gene editing technologies, such as ZFN, TALEN and CRISPR, the research on transgenic or

gene-edited pigs has achieved a rapid development. This review summarizes the current research advance of

transgenic and gene-edited pigs in China. We also review the applications of gene editing technology in

agricultural area, such as increasing meat production, improving meat quality, and resisting disease, as well as in

biomedical study such as establishing human disease models, animal bioreactors and xenotransplantation for

references of pig genetic improvement and medical research.
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CRISPR/Cas9) %5 3 K 4 48 A H B, LA 1
1 48 53 F b e 4l B Ik B AN BE MR AL AT S R
BEhS, SEEL T AL ORS B A A, R R v R B R
THEE VAR s (Rl I AE S AR ) OB B N9
AL SR A B R A SR AR IR S U ) R R R AR
THEBEM . ASOK S G w03 Bl 5L I R Y
FERE A SRR, X A AR AR = MR 2 R 4 vy
FERIE S O A R S PO RE DRI B S B AR W)
SN A, AN SR, B T M ds B AR AT
AT SR
1 REZEEMERERBEENHR

AR

AR A E Y (CNKI). Web of Sciences
FHRRBUR =K 6, R “RHER” . <R
AR . CHET SRR O B R HOR RN R AR BR
&S - RANEE LW, M T ZEEN
ML L RURE 1) SCHRFR & FIIEATRE R o 76 CNKI £k
P e R, AR EE 2019 4E 3 A, I 166 FE o< T
DA] B S [ 2 A 4 1) £ S L3R B 4y Ao S 11 ST
AP SOREE, o “+—H7 Wik 25 /. “+=
F7 AR 76 R =T HAIE 68 . WEICHLIY
A TN Ny NE= N R B e |y NE N R B | S R
J6 50 & 4 B B A BT A AE A Al Bl 2 B & A
EWFF AT AR . fF Web of Science 4,
LG 2R B 332 i 5% T 5k [RIA 1) 4 R 40T S b7
FEIZESCR S Har R E 131 55, 36 95 . 18 .
H A FN s 5 358 34 s 78 A i 2k D] Bk [ 2 4
FAHRIESCRCH, “H—H” KK 8 (AR
FIFESCHR 17.78%) “+=F” KFE 52 5 (4R
IR CHR 37.68%) “tT=F7 KE 71 i (SR
FHIRSCHR 47.65%), FAL DAH [ Ok oK 27 A AR
Rp2E e A R B Tk oK . 7 B S AR AR
Ha E v, SRR B 281 T P A 5k IR Bl R 4
B ) £ 1 R, R R 55 [ R R R 99 T 7R
o [ HE IER 67 T, 785 E 3 1 &R 46 T,
ERE IR TR, “A—R7 BAEAE 14 3T (5
EERAHEEF) 12.28%). “+ = FH” HEA 27 T
(B RELR 23.47%) “+=H" WHAH
26 T (5 AERA L F 45.61%), o Hif 47 LA
LR ML R 2 5 MROK 2 AR R RO R 2, RO
Bl db B R E AT i % . B R A
B PR B K TS, R (1% s DR B R
RS AR EOR B, i R RS E e g
et 3 [, AH 4 L R Bl SO A — R BUAN [
B ARASR dty Bl () 1) 4%, RIS e . Ak

05 > ] A e ik DR B3k DA 4 LA A E 77 Ak 1
FRHTZ, Ferb A OA ORI B B R TR E HURE . A
JEPR I P A S 1) B T S A e A

2 EREYRIERAREIETA

& G0 1) B R AR RO 20 B 1 B R B HLAE A
FIFERH A, 1P BE LB A 1) 5 22 % a1 2 R
BB BN S A B T 70 SRR R M o T 4F
3%, ZFN. TALEN Il CRISPR % %t %53k A 4 8 1. .
() ILRR SRS, A Zh ) 25k R 4H e BT RAS TR
T 1t ()3 Jig o ZFIN $3AR IR S5 )32 A8 FH ) R
BEAR, R DNA U] A 4R 5 PR )
PERZIR N YIBE (Fok 1) 20, DNA R 38 H 3~4 4>
FR TG P AT S AR S R — AR ) 4R B R K
Fok T Ak G Re VIR LRI 411, TALEN (1) i #
L ZFN A1k, {2 DNA iR AR i 14~18 SR
#E P A TAL B0 I BT, T CRISPR/
Cas9 FEARIEML T A 14 2% HA 7 53 1% DNA 1751
RE B B B BB AR, th— 2% AN IR S )
RNA(sgRNA) #l Cas9 & H 4 %, sgRNA 1 i fifi e
R i R 2 R A B, 5] Cas9 B E
DIBIER A, BRI R T — RINRAE
& Cas9 R4, 41 VRER SpCas9"*. VQR SpCas9"*),
XCas9 3.7(TLIKDIV SpCas9)!'" &, DL K 4> T & 5
ZING B R 2 B 1 TR g T L, i SGNPL
AsCpf1P' CjCas9™**), SaCas9'*’), Cas14** 45,
XU RGEA R R LEIE RN 4] DNA AT i R A XU
Wr % (Double strand break, DSB), #i& A& W
4 [ 95 K ¥ 12 2 (Nonhomologous end joining,
NHEJ) 8¢ 7 J5 & 112 & (Homologous-directed
repair, HDR) 2 FAS [6] (48 AL 252, S o 5
S IR P e ok A IR R R ) AN o AR, i
NEYS'RI) VA S SN A S NS SN N 7R
B KBRS KEEFZ Y, SR 1 H IR K g
LI 10T B R g ROR S5 AR A B RR
ghty, mr 4 B A U s R AN E
() 5 DK 9 8 5h 40, CE S8 A% & ORI N S50 BT 7
GBS EA TR AT

3 EEERREAEEERL S
H) Rz B

WAL R H T B gl Rk B MACE R L4,
A HARL SRR T & 20 B, R RER
NT159077, TR o R AR FE 32 BT i A A B ok
AN PR R Y 52 0, G ¥k SRR 5 1) BIR ) 51 A\ 1k
MRy AR L -2 18 8 A% 250 IR R R e o T A 0
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2 [E B, S5 B R RN DX 95 4L JE O T 032 e 93

D] 5 B R g BB BRI S S AR B SR Ab 1AL S8 ol
AR, At R S AR KR E . TR &
Ui RE I AN RS i 1 R I I A R it
31 REFA=E

FERAE TR E = B R R B RTE, SRS
77 PR BRI A M T B A AR B H AR
B #ZFEE KK F 2 (Insulin-like growth factor 2,
IGF2) & 520 B 5 LR & B 7 IORR ) 8 22 5 i [A]
FP9, 1999 4, Jeon &P KB IGF2 5 3 NN
TAAAE 3 TR RAR, BN IGF2 TENLAAH
L RIEEAG P THRER RIS . B3 2018 4,
Xiang %" ] CRISPR/Cas9 #i R INFEE T
IGF2 FEHEE 3 NN F—AMRSF I SNP AL s g 45
e . SEARESEAL, IGF2 HER A
BERS T REMERZE. FFE, Lo %5 8
CRISPR/Cas9 3 AR IR1F G A7 B R Bk 2Kk IGF2 F:[A]
niEAE, UEB IGF2 W& T 3 I RAEX WA A &
HERZW, NI E BAREER R N
T RS . R IR B = FEAE K 2 )5, Myostatin
(MSTN) F:[H 24 I X —Hr D e K . MSTN
SR H AT A 1k R BME — X LA AR K 6 T 4 4
H, #EE AR A KR B AR iR, SGEE R N
PEBE I A R ], FLRA AT S EUNL A = 3K Bl
AXEFRR . 2015 4F, Qian 5 FIH ZFN
FR BTN 3AF MSTN T2 i B R g iR AR LU, H Al
CAREHH 5, W KA F Y4554 & Pl
WE R EH . MG RBACE FH TALEN 0K
Yi%E MSTN JE R S Dh i) £ 4t L ALK 8, BRTE
SRUETF R 3 52 R AR ) 22 A VP 1 R ARG« k4,
Wang 2504 | ] CRISPR/Cas9 5 AR %34 A )L ALT
Y4 MSTN SR AT 2 A, B A
By % MSTN J: R 4l bR s, 1208 LA 45
HBEWMIFRM RS R “XIVE” MR FE
[ 1(Uncoupling protein 1, UCP1) &1 3140
JE W5 TR NPT FE = A R B R 7 . B R AR =
UCP1 3, Kt Jig i WA 7= B g, S8 1k
TR, 53R I .. 2017 4, Zheng 5
FIH CRISPR/Cas9 i AKGAMEME /N R UCPT £

UCPI B:RME 2 R IR 4 T 475 B & e 34
Re SIS 2, FRARAT J8 (R FE 74 LTI A6 T2 (1 J L3
[ I 3B 95D TR A A T DT TR, B R . R
ZEN. TALEN #1 CRISPR/Cas9 %5 % P 40 4 4 R
il £ 55 55 B B K gm g, R A e MR s A A
— KKK (H EE R 5, 45 7R ta ks

B R AR T35 B A, 38 w8 A 3L
i, 1 HA B TEBEHOL A EE R B .
32 REREARGR

B AT A TE KRB i, NATTR A A ) o
DA B ARG A2 5 (] W A5 B M A9 4 RS AR
ARG TR BT R R 2 D 2 AN AN IR TR (Poly
unsaturated fatty acids, PUFAs) A A1 g i iR, Horp
ANV I 3 B 2 N AR BT 5 1) 75 B TR, B A o
O, R R T RESEAE A . T B R B = A
JIE 7 B2 Bt S, AN e B S AN B AR TR, At
A E A KER AR, | &, &5
Ty s g L 500 ) XURSE - 2004 4, Saeki
ZERO I D IR 2 ML AN (Fatty acid desaturase-2,
FAD-2) B[R N RER A, ¥ FAD-2 R
VA e AN A T M R 1 R v T I 20% . B
Ab, AR IR ELFE -3 fl 0-6, HH o-3 7TEHE
O ILEPIIE 3 U BB A, (Hl TR A=
¥ 0-6 TRMTRRHAL L -3 i ITRR 1) Bt 7, 308
W 0-3 ZERC, AR e N EERE N
K. 2006 4, Lai 507 74 LRI I LR Far-1
FP, AT 0-6 TRITTR AN w-3 IRITRR, M
WEBH T EE -3 BTN HEIEREE. 5,
Zhang &89 R Li S8 @K Far-1 2N B 5 204
BRI, BRI  3 o-3 JIR DT IR 25 M M g 2L [
OB B DR B, KRB v 1 0 TR IR TR A R A M
Tang 52 I F {440 M A2 S A BOR, BRIDIRAS R IE
2 AW LB Fat-1 R Fat-2 B FE RS,
FIEmEALAL, IR SEAH LT -3 M o-6 K& &, A
BB 0 e o A R AR AT (B R AR .
BB A, B R DA i 5T ) R 2R 63k I 7 e AN R S T
R & B A N AE BRI R A, A JWLIE) g s & B AL EF
YRR SEATSIR L F R AL ST T B A i 4R
AV i AR 189 B 2 AR y B0 BBl T a(Peroxisome
proliferator-activated receptor gammaco-activator 1
alpha, PGCla) #& — Pl g R 1 HBUE I 7, A5
LRRLAR I AW ORI 240 B P IR Th E A2 I I LA 4E
KM FER 72— ASCER A& BEAR,
Zhang %" Al Ying &1 @ i 7558 WLIA HR 2Rk
PGClo R, {5 5 R 5 1% fifp L LT st A€
LESAWIN ) PR 3 IR = A AL P
A RUER T TR BRI E .
3.3 ReEEFAE

B SNV - X CV SV S D U RN (k2
VER 20, HORBRDRLE TR oL A 40 i B R 2 B
PR, (R I 3 LA A B 5 BE R R Ak, R
TRV 160 fizg T8 B9 WG L, S0 I s ek AN A
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JoR S5 5 A3 RSO R 401 o A e i v ) LR
F 2 B 7 15 A FEAR 48 4 AR K A A 1 75 B4R AL AN ]
(R 7 B0 7 RN AE TR 7S i g o 77 S5, JFG rp sl o
TS0 Tl 1) R0 B v TR B TR T A B 1 [R] B, AR
Tk b g HE A Bl CHETBC. i ) A AR R R
TR R AR 7y S PR R R B S, G R R AT
I T R0 v 1 5, I PRDR) I AR () [ B 3k A 21 4 1y
HAREE I RER - 2001 4, Golovan 55 F1| F /)N B
JIE R 1 JE B ) % B A TR Tl LRI A, 4 110 ) e
FIH 2w R, FRAK T 75% BIZEmEAL. b
Jei s 1% BIBART I 404 B RS Kk 9 AR BR ISR 25 R
71N, T PR Bl 22 TR AT DR e AL 45 T — 4K, [N 7E I
W, A B RER BT 5 2 46 e TR ) v 1k A
20% LA b 2015 4F, Lin 597 @i AL 51 77 23k
195 e o Yk R L RS, 208 TR T o AN e P
BRAFHERIE A R B 2 4wy, IR A R T m s
B AR N, 1 SRR FH 2% . Huang
SR Zhang S5 @ i F2HE AN R0 R 1 il H 2k
DR 7E 20 i 22 A 7T T3 N, D345 7% R B b il
FH DRL7IN Bl T ] R T R0 R e 2 4 2R Il 5 DR
SRR o T B — ANl R DR AP £ 4
B R TR R R 20 R A B TH A R R L, Zhang
RN 4 R BTUEIBERIE R bgl74. egl314.
xynB VA J eappA B BIRE NG LR AT 4 41 B 25 PR 40
b TR AR A i e P R B A 4 e R AL D
B M RE, 2 LR R 7R I A S HE D,
() BN GE PRl A g A R R B ORI W s 1, R
ARKHE BT, B IEHAE R, 25T B AR TR
(RIS 75 e FHORR £ YV A S5 1) R
3.4 REEEY

FEI IR R AL R 5 7 ok T BRI bt
P, T HON & 3 2R ™ E s N R e 4. Bl
ORI 2 AR U R B A 0] AR B, R
N 01 iR B, B AR SE 9% A 29 MTE T 4 Jaik
W ¥ 4899 o I 47K, ) FH A 25k D) 0 6 ] G R
A, BHF N BAERE SR B R3S T RKER. O
9% A& B B 8999 7% (Foot and mouth disease virus,
FMDV) 5|2 () —Fp {5 5 2h 4 Stk e BEAL 3 M
. 2015 4F, Hu %55 sl il 4% 1 #E1] FMDV [#})%%
T4 RNA MR EL DR, 1208 A 200 %] FMDV % 5
FH, ARG B S B I PR R A0 B
fiks B J5 Xie 55U R H [FIFE BT, B3RS 5E M
S ShRNA HIPURIE F5 HE R, 12008 A Akt
¥ 9597 B (Classical swine fever virus, CFSV) HJ&
g [EEE R, Yan S0 J0 i R8T R 0%
#33L K (Myxovirus resistance gene, Mx1) & Zh i)

%A WARHT CESV E il e Mxl FPURE . L&
B Ui 0 G S i vk s s e R G el B =2
(Porcine circovirus type 2, PCV2) [f] siRNA F B, Jf
I FA A 4 o B R i D 8 B BT PCV2 Sofs e B
PRS2 3k T AP R B 5 TR R B, e 2 DRI A T 2
i) PCV2 B, HHR R WA KRR 55 L
MR E R

W EL0 A PR B 5 P R AS 2R A AIE (Porcine
reproductive and respiratory syndrome, PRRS), & —
el PRRS 955 B¢ 51 62 A 5 B [ 5 R IR I 2% 458 1) £
eI, & B AT 7R M e ™ R R I
—. WHLRY, JHIE K24k CD163 /& PRRSV 1+
BRI, M 2013 SE#2, Prather ] PAER XS
PRRSV W3 M fith 1 2 A s B mc B g 0%, BN
CD163 55 7 AN 7 XA o7 32 P i bR 8 TR Je R R
I e ARREIR, FAT B A I S0l Hw R ) i
FEIF B 1 M P 3k [R] 24 B3 AR IR0 4 905 23 A% Gk
TSR, B )5 2 5 F M m AR BT R
T YU ER AL D g R B A RIS T B
W FR G BEAARL ), Yang 251 FI| ] CRISPR/Cas9
fbk SRCRS Z5k3k 1Y) CD163, Wil % CD163 i
Br¥E . 5B AR RRAH L, CD163 BE DM B Ik 4t
PRRSV J& A~ 3¢ FL i A I 05 e B bR 258 1 PR RE IR,
M FEAR SRR PRI ORFF IEH AP o B T W H %
Ab, KT PRAE R FEMAE I B2 L B 95 255 A
AT PGS 55— RS, R mT LLRIAR A B $0R
FB AT B B AR A B MO ARL B K
& YUR B MR TRA B HESAE

AR 2 b AR & R 7 (African swine
fever virus, ASFV) 5l & i — 2k, 2. & B2
fiki P4 ) A% G, BELAS T A BRI AL ) (i B K J .
2018 4 8 H 3 H, EHIAEMIE RSP EIL T4
PCRR T W12, B G Ik & 98 2 4 [, 45 7758 Vi Ak
FEE A TR . RN RAE %1577 DNA
R8T 55 78 e R SIE. RSy 5 A5 DT TR T K AT
F AR, (E I PR 45 3R WX L2 1 S AN Re S ik R 4F
LR R, 2016 4F, Lillico 25" #F 58 K I, JF
PHPERE AT 45 17 AR IR I 08 55 K AN AR, T X AE IR
QAR B 5, JET R =8 100%. 5 K20 7
I BT R I, BRI AR PN ESEAE RELA FE R _EA7AE
3 /> SNP A7 s 1 1A% 22 53, 3X ] BE & X0 B K
ASFV Iy — M EZEJE R . 5% H BAFH ZFN
FORK N RELA B 3 4> SNP FEH B e v F
IMPESE ) SNP, S Th i) & 1 J= R g 4R 4 1), W i
W ORI Jo SARTE, PURBRIE T E i — 2wl .
(B XAt 7 e e DR AR ) 4 i R A a2 A
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2 [E B, S5 B R RN DX 95 4L JE O T 032 e 95

oy BT KRB BB AL Rl JF 45 6 2L D g 3
AKGHEGAE SNP A, A H AT 42 R4 H
S8 R EVRIE IR SETE 2R 22, 1 HAT B 7 H
FURE & FA U ERRT B AR A .

4 FEREREE G S
B 2 F

It 5 22 A G R AR (K K s BHIE BRI ZENS

TALEN FI CRISPR %5 3 [K 45/ B AR Xof 7 J2k DA 2 3t
TH BSOS, k15— Kt £ P AR
P i BB R S R 2R B B R R AT SR A AR
T 03,28 0672 g bR R T DL K bt e b g R0 P
MEAZAY, IREFMHETHTZEEEASEA
FEEE . R IX e HLAT R 5 T A8 B DRI 0 T LUK
BRI IS ST 2R R e S R, BT OBz
F 0 5 R GuB A AR PR . # 2 R AT P g
T3 B 1 4T 21005 7 B 2% B R S AR ) I A A
18, X N PR TT VR I SR B R
4.1 EYIRRIzE

BE 2 297 K P 1 R R AT AATT N 4L AR (1 259
f 32 FE B, AR Gk e B AL B A R 3R B TV
NI R, DT R = A A= R E A W)
SR, Forb o R N A R I EE AR R L
TR O R L T A T e R R R R R G
AW RS9 A AR R R R e B A A R
FIEANIFEE A, DL ZH 4k 2% B b R Y R 4 AR
P, e U R L VAR B YR O A P ) 4 4 g
B H M 1987 SFEHRIE B 51 7L AR AR N2 )7
BUBEALCO DLRS, BIF 7N SORGHORE R T 5K B
Yowgt 7e, Horb i (B 8 A LR A RNE H S R
K CA IR BRI ALK T, Bleck 25 fi Iy i 4% 76
FUR T o~ FLIE R FRE R M RIK B B N IE, S0
TEREA W FLIAN P2 A ) B B O 3 | T R
. bij5. Ma 27 @t AR R IEEAN o—F
T A R R DR A, 1 SR AT W A i 1 E AN
H #8855 (1) R, 3RS0 s i N E A L B
H. NLiEAEZEARME T SEREENEA
JR, TE 4R M55 R AR A0S FR LA
B A EZ I Re, 7506 K b AT BUE I 2% 1, B4
6 5] 2 AR 5 5K i S . Peng Y R
CRISPR/Cas9 Hi AR, 1 UK HE 1E N FLAR I N 28 2h )
A s NEAIMTE A& A, Li &5 A TALEN $0R
J B 1) % 7E 3 P 0B N I 18R 1 IR i B
W o Zeng S5 3 i A4 g M VAR vh R OE N TR AR AR
R DR 7 B 2 AL /DS BB, IF B L AR 3 1 ) is
BRI, D T R NIRRT R A

K, HETIEAE S S A b o XL AW B 2R )
K5 NI BROR TR BE B ORAN T/ BRAE AR e B A%
EERE SN EHEA RS NHED)
HARANHEL T HETTR.
42 AEERRE

FRXS TN B EE A B 4, o 0 A B2 ) o
AR P RFAE 5 NRARH I, & —FhiIT 58 N2
i B CE SR AL o O IV R A A 22 5] AT
TR EZEFRZ —. &M% A7 (Von
willebrand disease, vWD) & H IfIL & M4 1L A 95 K+
(Von willebrand factor, vIWF) ik PR ¢ it 18 B 4T, AN
T ML A 8 L 38 A% M LR Ve 50 . 2014 4%,
Hai 551 J@ i %504 4 Cas9mRNA F1EE 7] 4%
vIWF B: [ sgRNA ZHE MR, @kl & vIvE WAL
R 53% 22 DAL PR ) 17 T G /N Y R R 2 8, 20 o B
PRI T e B RS, 5 A8 1 ML A0S B 1) i PR 3R
BUARARL, X4 A N T BYFATITRY 8 M ifn A0S 1) ¥E
7 4R SR SCHE . AN, Zhou U7 R H
CRISPR/Cas9 Z4¢, £1%F Bk F AT A1 5% ) i = IR
M (Tyrosinase, TYR) FE K, B2y N K AL 4%
B, D9 N2RAIETE AL A AL iR yT SR it 1 B
B . PPARy(Peroxisome proliferator-activated
receptor-y) & Kl -5 A 2800 I 9595« HLAA H 28 % fi
BRMPIEEEYVIRR. 2011 4, Yang ™ FH
ZFN BOR MR MRS MR, B~ T 2 2k
PPARy JERIR A, J5 R 50 R I BT
TN A IRIRE, T PPARy 1E N0 L
B I R B E T A IR IR R A 2 A
(Low-density lipoprotein receptor, LDLR) 7& Z jiE
vy L [ P KILORE P = B B0 J5 B, AR e i v i
[ P 7P T, 384N 2 ik o RS 55 B R 0 )
;. Carlson 51 F|H] TALEN £ R# T
LDLR F: PR B /N8, S 571 S0 v HEL [l 1
i (1 AR R I S P B . Wang Z5°% R H CRIPR/
Cas9 il & NPCI1LI(Niemann-pick c1-like 1) fi{
B, JBIE ST NPCILT FE DR & dnAa) 5 i NS0 i fr
MR - L] P ) R B BT 45 2. . B S Huang
PV FIH] CRISPR/Cas9 H A R Ll & 1 #lR A
E(Apo lipoprotein E, ApoE) FUK % 5 g & 11 52 44
LDLR XU KRB 128 7T 2R B - ih = g i
S M B R g I ] T LILAE, T A B0 IS R s A 5
FRALMY R PR AR o X O I P 0 S 2 )
L, K J9WT TE N VS R AR HLEE DL R R 3R
7RIS, BoR B KT 53 /1
WAL HT 5

PR IRAT PRSI L 2 T (BR) FLBE AL
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RINRE TR, A ) RE B AG 52 0 , E0 4 UL 2 45 )
RIFALIE (Amyotrophic lateral sclerosis, ALS). Fi[ /K
PRI (Alzheimer’s disease, AD). = 4 1l 5 B iE
(Huntington’s disease, HD) Fl1H 4 £ 28 & 1iE
(Parkinson’s disease, PD) 252, ALS M FR#i % A
i, A& — PR ECA I SR AT YR, H AT MR A AL
BTG A 7. 2014 4E, Yang Z51°0 & %t
ALS MIEURIER SOD1 AT N g, Ihi g T
SOD1 BRI RASKHE, A6 R I R 8 3% 1K 18 3 pf
224, NN ELE S AR . b5 Wang 0 F
FH e 56 B AR X 55— A ALS M BUR 3K TDP-
43, INFEE ALS JEEEY, 3X44 9 ALS IR TT $2 4t
AR . W84S REE A A 5 — P W 4
IRAT VETIE, FERE LI AH XS ALS BN E 4%, X
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